Most neural cells constitutively lack major histocompatibility complex (MHC) class I and p2-microglobulin gene expression. Cytokines and viruses may, however, induce expression of these genes in some neural cells, and this correlates with factor binding to the NP-KB and interferon stimulated response elements of these genes. Here, we demonstrate that NF-KB is capable of inducing MHC class I and pZmicroglobulin gene expression when transiently co-transfected into CHP-126 neuroblastomas, and that IRF-2 represses this induction. Interferon regulatory factor-2 (IRP-2) repression of MHC class I and /32-microglobulin gene expression in CHP-126 neuroblastomas may demonstrate a mechanism by which virus persists in neural cells. We show here that IRP-2 physically interacts in vitro with I+@-KB. This interaction may contribute to the repression of the expression of these genes. Our demonstration that IRF family members, in addition to IRP-2, physically interact in vitro with NF-KB (~50 and p65), provides a general mechanism by which these transcription factors may, in concert, regulate the expression of a variety of genes involved in immune responses in the brain.
Introduction
Major histocompatibility complex (MHC) class I genes encode a series of polymorphic glycoproteins which, together with p2-microglobulin, present self and foreign peptides to CDS+ class I-restricted T cells. MHC class I restricted CTL are essential for immune surveillance of virally infected as well as transformed tumor cells (Townsend and Bodmer, 1994) . MHC class I genes are expressed broadly with the highest levels of expression in lymphoid organs (David-Watine et al., 1990 nervous system express low levels of MHC class I molecules (Lampson and Hickey, 1986 ) and this has been associated with persistence of virus in cells of neural origin (Oldstone, 1991) . However, some neural cells express MHC class I in response to cytokines and upon viral infection (Lavi et al., 1988; Massa et al., 1989; Gogate et al., 19911 , and these cells may be recognized by class I-restricted CTL. MHC class I gene expression is principally regulated by an upstream enhancer region termed the Class I regulatory complex and the adjacent interferon consensus sequence (reviewed in Ting and Baldwin, 1993) . Region I, located within the CRC, is an NF-K B-like site shown previously to enhance MHC class I gene expression (Burke et al., 1989) . Region I may be bound by a variety of transcription
